than 4 mg/L results of up to 40 mg/L, clearly pathological, were obtained. Sample 2, containing rheumatoid factor, shows a surprisingly wide range of results; the samples designated by X were measured by latex agglutination methods which are known to be interfered with by immune complexes of this sort. Overall, it is evident that a significant number of laboratories provide results which are clinically grossly misleading.
Serum protein electrophoresis: Italian survey 1986
Following our paper on the Italian survey 1986 on serum protein electrophoresis (SPE),l we would like to add the cumulative data 1985-88, presented at the Symposium on Clinical Biochemistry of Proteins held at Eurolab '89, Milan 25-30 June 1989. 2 Results are summarized in Table I. The table  shows an increasing willingness to produce clinically meaningful results instead of bare numbers. Longer run lengths and splitting of beta zones attest better resolution of the techniques in use. Every year consistently more accurate results came from the laboratories with higher resolution and where SPE strips were visually inspected prior to reporting. Overall results show a remarkable increase in technical performances and in the individual appreciation of the diagnostic value of SPE. We argue that both effects stem to some extent from the didactic and selfauditing nature of the survey itself. However, we think that the driving force of the latter is now exhausted, as shown by the decline in participant numbers and turnover, so the survey has been discontinued for the present. It might profitably resume as a quality control programme, if sufficient sample volumes were available. CA, cellulose acetate; BJ, Bence-Jones a similar study on the effects of cold storage (4°C) for 2 hours on routine biochemistry parameters.' In this study we also found no effect on cold storage on plasma phosphate. Furthermore, apart from an expected increase in plasma K + due to cold inhibition of erythrocyte membrane Na + -K + ATPase, there was no detectable effect of 2 hour cold storage of heparinised whole blood on electrolytes, liver function tests, proteins or lipids. Frequently blood samples obtained on the ward by non-laboratory staff are left at room temperature or put in the refrigerator prior to being sent to the laboratory for analysis. From our study, we concluded that heparinised blood can be kept at 4°C for up to 2 hours without significant changes in routine biochemistry parameters (except for K "}, It would be of interest to determine whether heparinised blood stored overnight at 4°C has any effect on biochemistry parameters other than plasma phosphate, Na + or K +. Furthermore, the effect of storing blood for various periods at room temperature on biochemistry parameters is worthy of study, as is the effect of cold storage of heparinised blood from patients who would be expected to have abnormal concentrations of various biochemistry parameters. In contast, the concepts subsequently enunciated by Pardridge and his collaborators explicitly challenge the validity of the hypothesis. Initially Pardridge postulated" that bound hormone (including that 'specifically' bound to serum binding globulins) is preferentially transported to target organs (e.g. the liver) characterised by capillary transit times (c. 5-15 s) comparable with the half-dissociation time of the bound hormone complex; as a corollary, Pardridge viewed the serum binding globulins as 'hepatic amplifiers', fulfilling the specific physiological role of augmenting hormone transport to the liver during pregnancy.' Following the demonstration that the theoretical analysis underlying these ideas was invalid," Pardridge, in 1964, adopted a new concept that unknown biochemical mechanisms operating within target capillaries enhance hormone dissociation from binding proteins during their capillary transit.' This proposal implied that lower hormone binding affinities are exhibited by binding proteins within certain organs; that intracapillary free hormone levels are raised in these organs as compared with those measured in vitro, and that hormone uptake is enhanced in organs in which these hormone-releasing phenomena supposedly occur.
These more recent ideas have likewise been opposed by myself and my colleagues" as well as by others." They depend on discrepancies between his experimental observations of (labelled) hormone uptake in various organs and the predictions of a revised theoretical model (represented by the so-called 'modified KetyRenkin-Crone equation') claimed by Pardridge to represent hormone efflux from target tissue capillaries. But it is readily demonstrable that this equation (which is based on the assumption that protein-bound hormone dissociation proceeds at an infinitely rapid rate) cannot legitimately be used to interpret Pardridge's experimental observations, and that a more comprehensive theoretical model (the 'simplified Ekins-Edwards equation', which avoids this assumption) fully explains them." In short, the discrepancies between theory and experiment on
